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A Case of Ischemic Cerebellar Stroke with Alcoholic Cardiomyopathy
Alkolik Kardiyomiyopatili Bir İskemik Serebellar İnme Olgusu
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Introduction

Excessive alcohol consumption increases the risk of 
hemorrhagic and ischemic strokes through various mechanisms. 
Alcoholic cardiomyopathy (ACM), a subtype of dilated 
cardiomyopathy, may cause cardioembolic brain infarction. 
ACM is responsible for one-third of non-ischemic dilated 
cardiomyopathies and is the most common etiology of non-
ischemic cardiomyopathies in Western countries that have high 
rates of alcohol consumption. Like other diseases caused by 
alcohol, ACM is more common among young and middle-aged 
males and mortality rates are higher among males (1,2). Here, 
we describe a case of acute cerebellar infarction due to ACM, 
which was diagnosed and treated in our institution. We report 
this case to draw attention to the importance of detecting and 
treating ACM associated with excessive alcohol consumption.

Case Report

A man aged 56 years was admitted to our clinic with a 2-day 
history of increasing weakness, loss of balance, dizziness, nausea, 
and vomiting. He had smoked one pack of cigarettes a day for 
10 years, but quit smoking in 2006 after being diagnosed as 
having asthma. His neurologic examination revealed ataxic 
gait, a positive Romberg test, and tandem incompetence. No 

pathologic findings, other than a grade 2/6 systolic murmur 
heard in the mitral focus were observed. Systemic examination 
revealed high arterial blood pressure. Computerized tomography 
and diffusion-weighted-imaging confirmed the diagnosis of 
ischemic stroke. We noted a mild shift in the fourth ventricle as 
a result of edema caused by the lesion, but this was not classified 
as hydrocephalus (Figure 1, 2). 

Intraventricular conduction delay, sinus rhythm, left 
ventricular (LV) hypertrophy, and left atrium dilatation were 
monitored using a standard 12-lead electrocardiogram. Blood 
and urine tests revealed no significant pathology. The patient 
was diagnosed as having acute cerebellar ischemia and treatment 
with anti-aggregant and anti-edema medications was started. 
Intracranial and cervical magnetic resonance angiography 
findings were normal. The left ventricle was globally hypokinetic, 
the LV ejection fraction was 35%, the left atrial size was 41 mm, 
and the LV end-diastolic and systolic diameters were 43 and 37 
mm, respectively. A transthoracic echocardiography examination 
(TTE) revealed LV stage 2 diastolic dysfunction and LV mass 
increase. No arrhythmia was detected on the 24-hour Holter 
rhythm monitor. 

A more detailed history revealed that the patient had 
consumed 60-100 g of alcohol per day ≥4 days per week for the 
past 33 years, and he had consumed alcohol every day for the 
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last 2 months, suggesting that he was consuming at least 220 
g of ethanol per day. Coronary angiography was performed to 
investigate the etiology of the cardiomyopathy. The findings 
were normal, and we concluded that his condition was the result 
of alcohol consumption. The patient was monitored and treated 
with an angiotensin-converting enzyme (ACE) inhibitor, a 
beta-adrenergic blocker, and anticoagulant, and was provided 
with detailed information about abstaining from alcohol.

At his last follow-up visit at 3 months, the patient had 
completely ceased alcohol consumption. TTE examination 
revealed that the LV wall motion dysfunction had regressed, the 
LV ejection fraction was 50%, and his neurologic examination was 
completely normal.

Discussion

The relationship between alcohol consumption and systemic 
disease is complex and influenced by factors including the amount 
of alcohol consumed, culture, socioeconomic status, genetics, 
sex, and age. Consumption of small amounts of alcohol (up to 
one drink per day for females and one or two drinks per day for 
males) are reported to decrease the risk of mortality, coronary 
artery disease, congestive heart failure, and stroke, particularly red 
wine because of the high flavonoid content of grapes. Conversely, 
excessive alcohol intake increases the risk of arterial hypertension, 
cardiomyopathy, and hemorrhagic and ischemic stroke (3). 

Heavy alcohol consumption can provoke cardiogenic cerebral 
emboli via thrombus formations caused by ACM and arrhythmia. 
A previous study found that consumption of more than 80 g of 
alcohol per day for 10 years caused cardiomyopathy; however, 
familial and genetic predisposition may also play a role (4).

ACM is characterized by LV dilatation, normal or decreased LV 
wall thickness, increased LV mass, and a low LV ejection fraction 
(<40%) in advanced cases. Clinical diagnosis is generally made 
in heavy drinkers with myocardial dysfunction in the absence of 
other identified causes (5). Ethanol intake ≥24 g per day in females 
and ≥36 g per day in males has been found to cause hypertension; 
therefore, hypertension frequently contributes to LV dysfunction 
in cases of cardiomyopathy (6). Excessive alcohol intake is 
responsible for one-third of newly emerging atrial fibrillation 
cases, and malignant ventricular arrhythmias are common when 
the LV ejection fraction is <40% (7,8). However, arrhythmia was 
not detected in our patient. 

Our patient’s treatment regime included discontinuation of 
alcohol consumption and symptomatic treatment for heart failure. 
Administration of ACE inhibitors or angiotensin receptor blockers 
and β-adrenergic blockers is essential for patients with an LV 
ejection fraction <40%. Other diuretic and cardiac glycosides may 
be necessary depending on other signs and symptoms (9). Previous 
studies have suggested that patients with ACM have a lower 
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Figure 2. Axial diffusion weighted imaging and apparent diffusion coefficient map. Lesions in both cerebellar hemispheres consistent with acute 
ischaemic infarction with edema and compression of the fourth ventricle.

Figure 1. Computed tomography demonsrates hypodense lesions in 
both cerebellar hemispheres (left>right), two days after onset of symtomps
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mortality rate than those with idiopathic dilated cardiomyopathy 
if they abstain from alcohol. However, abstinence is challenging for 
patients with ACM, and Fauchier et al. (10) found that treatment 
outcomes for patients with ACM were not better than for patients 
with idiopathic dilated cardiomyopathy; this suggests that an 
aggressive approach to alcohol cessation is crucial for disease 
management in patients with ACM.

According to the Organization for Economic Cooperation and 
Development (OECD) health report, adults (aged ≥15 years) in 
Turkey consumed approximately 1.5 L of alcohol per capita in 2014. 
Turkey is the second country consuming the least alcohol among 
OECD countries in terms of adult alcohol consumption. However, 
substantially high unrecorded alcohol intake underscoring the fact 
that alcohol consumption is a significant public health problem in 
Turkey (11). Thus, taking time to routinely and carefully document 
patients’ alcohol consumption history is important because early 
detection and treatment can prevent dangerous complications.
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